ABSTRACT FOR WINTER NEUROPEPTIDE CONFERENCE 


MICROINJECTIONS OF ANGIOTENSIN II INTO THE ANTEROVENTRAL 
THIRD VENTRICLE ATTENUATE BAROREFLEX-INDUCED BRADYCARDIA. 

S. L. Bealer. Dept. Physiology. Univ. Tennessee, Memphis, TN 
38163. 

Angiotensin II (ang II) decreases sensitivity of the 
baroreflex by central mechanisms. However, the specific CNS 
sites which mediate these responses are not known. The 
present studies investigated the effect of microinjections of 
ang II into the periventricular tissue surrounding the 
anteroventral third ventricle (AV3V) on baroreflex-induced 
changes in heart rate. Animals were implanted with catheters 
in the femoral artery and vein, and a guide cannula in the 
AV3V. During testing, arterial catheters from the conscious, 
unrestrained animals (n=5) were attached to a physiological 
recorder. Changes in systolic blood pressure (SBP) and heart 
rate (HR) were measured to iv injection of phenylephrine (10 
ug/kg) or nitroprusside (15 ug/kg) 15 sec following AV3V 
administration of vehicle (200 nl) or ang II (200 ng in 200 
nl vehicle). IV phenylephrine increased SBP by 27±2 mmHg and 
decreased HR by -52±4 bpm following vehicle injection. After 
ang II, the pressor response tended to be smaller (19±5 
mmHg), although this difference was. not statistically 
significant. However, the bradycardia during increased SBP 
was significantly attenuated (-23+5 bpm). The decrease in 
blood pressure and tachycardia following iv nitroprusside was 
not significantly altered by ang II in the AV3V. These data 
show the AV3V is a central site of action where ang II 
decreases baroreflex bradycardia during acute peripheral 
hypertension. 
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